The consequences of DNA alkylation at the cellular level were then discussed by Dr S. Venitt. Chromosome spreads from the bone marrow of mice treated with various methylating agents showed a correlation between chromosome damage and the pattern of DNA methylation and carcinogenesis.
Dr Venitt also discussed the use of bacterial mutagenesis tests as a screen for chemical carcinogens. Thus, chromate mutagenesis in E. coli B/r WP2 strains, as indicated by the reversion of a specific ochre mutation, correlated with chromate carcinogenesis in the rat lung: hexavalent chromium is carcinogenic and mutagenic, trivalent chromium is neither carcinogenic nor mutagenic in this test system.
The afternoon session was concerned with carcinogens which required metabolic activation with particular reference to polycyclic aromatic hydrocarbons. In a brief intro-ductory lecture, Dr I'. Brookes indicated the very diverse range of chemical structures which were knowN-n to be carcinogenic and pointed out that so far the one unifving concept seemed to be the demonstration of nucleic acid reaction. He outlined the use of mammalian cells in culture for quantitative metabolism and nucleic acid binding studies, and as a source of DNA for studies on the nature of this reaction. The methods used to fractionate hydrocarbon-deoxynucleoside products were discussed and examples given of their application.
The biological consequences of carcinogen-DNA reaction were being investigated using bacterial and mammalian cell mutation systems and some preliminary studies w-ere under way of in vitro cell transformation.
The demonstrations during the afternoon developed these themes in more detail. 
